Mutations termed das were isolated originally (Hercules and 
T4D mutants in genes 46 and/or 47 exhibit early arrest of DNA synthesis, an inability to convert host DNA to acid-soluble products, a defect in recombination, and sufficiently low phage production (10 phage per cell) that they produce no plaques (1, 2, 4, 6, 12, 15). Bolle et al. (3) and Hosoda et al. (10) found that amber mutations in genes 33 and 55 largely reverse the DNA arrest of gene 46-and 47-mutants; chloramphenicol shows a similar effect when added at the proper time. Hercules and Wiberg (9) described spontaneous mutations in T4D that partially suppress nearly all the defective phenotypes exhibited by gene 46-and 47-mutants (4, 9, 13), including the DNA arrest; these mutations were named das, for DNA arrest suppressor. Thus, the das mutations (nonlethal) and the 33-and 55 It seemed quite possible that, despite the failure of the das mutation to suppress [59] 's defect in phage production, the das mutation might suppress the DNA arrest phenotype of [59] . Thus, the experiment shown in Fig. 1 was performed. In Fig. 1 591 aE. coli B was grown to 4.6 x 101 and 5.0 x 10' colony-forming cells per ml (in experiments 1 and 2, respectively) in glycerol-Casamino Acids medium at 37 C from a 1:100 dilution of an overnight culture. Portions of 1 ml were infected at 37 C with 0.1 ml of phage (multiplicity of infection, 10) on a Gyrotory shaker (New Brunswick Scientific Co.). At 50 min after infection, a sample was diluted through CHCl,-saturated broth and assayed for plaque-forming ability on E. coli CR63 at 30 C.
'Values in parentheses are percentages (compared with the wild-type value as 100%).
c [das] was tested in a separate experiment in which the corresponding phage production by wild type was 223 and E. coli B was at a concentration of 3.7 x 108/ml.
[H1]dThd shows that [ 
